INTRODUCTION
At the beginning of the 1970s, electrical stimulation of the cerebellum was proposed to act against cerebral hyperexcitability and to block the oncoming of epileptic seizures in both humans and animals. Experiments carried out in Mexico (Femandez-Guardiola et al, 1976) and American studies (Myers et al, 1974; provided hope that electrical stimulation of the cerebellar cortex, via subpial electrodes placed chronically at the level ofthe vermis, could be an effective treatment for certain intractable epilepsies.
With Simon Brailowsky spending his first period in the laboratory, it seemed interesting to us to consider the possibility, not of stimulating the cerebellum but rather of investigating the influences of cerebellar lesions on myoclonia or seizures that are induced by intermittent light stimulation (ILS) in the baboon Papio papio (Brailowsky et a1.,1975; . These baboons were already known (Killam et al 1966; Balzamo et al, 1975) to present two types of myoclonia: (1) the myoclonia to ILS, which were well studied at this time and (2) the myoclonia to contact or surprise (action and attention myoclonia)just mentioned above. Brailowsky was the first to really study myoclonia. The data that he obtained at that time has given rise today, 20 years later, to unresolved and interesting scientific problems.
MYOCLONIA "A"
Papio papio photosensitive epilepsy is very frequent (60%) in animals captured in Casamance, Senegal. When animals are submitted to ILS, this condition is characterized by the appearance of reflex paroxysmal electroencephalographic (EEG) discharges that are always bilateral and synchronous and occupy large cortical territories, particularly the frontorolandic areas (Killam et al, 1966; 1967; Fischer-Williams et al., 1968; M6nini et al, 1994) . The paroxysmal discharges are associated with clinical paroxysmal manifestations: bilateral and synchronous myoclonia, which begin with myoclonia of the eyelids, spreading to involve the face, the neck, the limb extremities, and then the rest of the body (Killam et al., 1967) . The myoclonia can be followed, after ILS cessation, by self-sustained bilateral myoclonia or generalized convulsive seizures, analogous to Grand Mal seizures of human patients. Such myoclonia were later called "myoclonia A" (Valin et al, 1983) .
The effects of many anti-epileptic drugs were tested in these myoclonia A (see Meldrum et al, 1978; Naquet & Meldrum, 1985) : the more effective medications are those that are known to act in "generalized" epilepsy in man. One may cite, for example, the benzodiazepines and the antagonists of excitatory amino acids (Chapman et al, 1994) . In animals, sodium valproate was also very effective, but at doses higher than those used in humans (Naquet & Meldrum, 1985) . As a consequence, myoclonia A was considered for years as an excellent model for testing the effects of many drugs that were suspected to have the power to act on the epileptic susceptibility of a subject.
MYOCLONIA "B"
This kind of seizure was first mentioned and described by Serbaneseu (personal communication) in young, non-photosensitive baboons, P. papio, during an exploratory mission in Senegal in 1968. The condition was further described by Brailowsky et al. (1978) and later called myoclonia "B" (Valin et al, 1983 (1981) observed that this drug blocked myoclonia "A" and facilitated the occurrence of myoclonia "B".
Interestingly, these two effects have different temporal evolutions. After the intravenous injection of lorazepam and depending on the dose, the effect against myoclonia "A" occurs in a few seconds, reaching a maximum at 2 min and lasting for about h. The myoclonia "B" occur later, reaching a maximum at 30 to 40 min and lasting, also depending on the dose, for 3 to 5 h, such that a period exists during which both myoclonia can be induced alternatively.
Myoclonia "B" are similarly induced or facilitated when lorazepam is administered to non-photosensitive baboons. All benzodiazepines tested act in the same way. The duration of the period preceding their appearance is variable, as is the duration of their efficacy. In each case the effect on "B" appears later and is much larger than that on "A".
Pharmacological studies have demonstrated that the cholinergic system is involved in the generation of myoclonia "B" and that the facilitating action of benzodiazepines appears, in fact, to result from an indirect action of benzodiazepines on the cholinergic system (Rektor et al, 1984; 1990) . These myoclonia "B" may be induced by atropine, an anticholinergic drug, and are blocked by physostigrnine, a substance that increases the cerebral level of acetylcholine. Conversely, the cholinergic system does not act on myoclonia "A".
DISCUSSION
A. Following the results obtained in P. papio, myoclonia "A" and "B" were characterized and differentiated: No one denies that myoclonia "A" are "epileptic" because they are always preceded by EEG paroxysmal discharges. Myoelonia "A" are cortieofrontal in origin.
By contrast, myoclonia "B" have been considered as "non-epileptic" because they are neither preceded by nor accompanied by EEG paroxysmal discharges. Taking into account these results, Menini & Naquet (1986) proposed that such myoclonia originate in the low brain stem, particularly in the reticular formation (Rektor et al., 1993) and that they may be the consequence of putting into play short circuits that are induced by somatosensory influences and involving only low brain stem and cerebellar circuits.
Such differences between them is perhaps too schematic, and Naquet and Batini (1999) (Johnson & Davis, 1983) . Under ILS, Fepi present myoclonia of the neck, rapidly followed by generalized myoclonia, running, and seizures consisting of generalized convulsions. During this seizure, the only EEG symptomatology observed is a desynchronization.
By using the brain chimera technique (see Le Douarin, 1993) , it was demonstrated that in a normal embryonic strain: (Batini et Chapman & Meldrum, 1993; Job et al, 1994; Johnson & Davis, 1983) . 2) myoclonia "B" ofP. papio is less simple: a) myoclonia "A" and "B" may be found in the same animal, without any drug or surgery, and no one denies that myoclonia "A" are "epileptic". Naquet & Batini, 1999) ; nevertheless, such conditions react well to antiepileptic drugs, and in the families, "classic" epileptic seizures exist.
For all these reasons, Naquet and Batini (1999) proposed calling all sensory-induced paroxysmal manifestations, from chicken to human, "reflex epilepsy". This On the basis of the importance of the cortex in epilepsies and on the classical EEG expression of epileptic manifestations, one ofthe present authors (see Naquet & Wada, 1986) considered, for several years, that the audiogenic epilepsy of rodents, and the myoclonia "B" of P. papio were not "epileptic" (Menini & Naquet, 1985) . The results obtained with rodents (Le Gall La Salle & Naquet,1990) and with the Fayoumi chicken (Batini et al., 1996) , despite their differences of corticalisation with primates, forced us to think anew about "what is epilepsy". The result of this reflection is that myoclonia "B" must be considered as "epileptic". This point of view cannot be definitive at the present time. The aim of this approach is to raise questions, to provoke discussions, and eventually, to inspire new experiments. Seeing how far this purpose will be followed will be interesting.
